PATIENT, G. W., aged 32. The patient has supplied the following detailsof the early history: " Pain began about nine years ago (1912) on and off, after food, until 1915, when I first started vomiting, having about three attacks in that year lasting a week each time they occurred. In the following year (1916) my service in the Army began and from then onwards I had pain and vomiting after the least exertion. I was admitted into hospital at various times with these attacks as gastritis, and after rest and light diet was much better. After a short time they would recur. Since my discharge in 1919' they became more frequent-about every month-lasting, on an average, ten days to a fortnight, until my operation was performed.
" Symptoms: Pain about two hours after food, which would increase until I vomited, when pain became less. This would occur three or four times a day for from ten to fourteen days.
" Vomit was sour and curdled and in large quantities." I first saw the patient at the Second London Hospital in June, 1918, when I removed his appendix, having felt the stomach, duodenum and gall-bladder from the wound and found no abnormality. X-ray examination of the stomach was negative. I next saw him in June, 1921, when the frequency of his attacks and the amount of vomiting had increased, and he had wasted considerably. The frequent recurrence of symptoms threatened to spoil his life and lose him his appointment as clerk. He was therefore admitted to Guy's Hospital for further investigation.
Chemical analysis showed no abnormality in the gastric function: the X-ray showed a hypertonic, very dilated stomach with delay, but no evidence of gastric or duodenal ulcer or pyloric stenosis.
I concluded from this that the patient had partial pyloric stenosis of the spasmodic or hypertrophic variety, and urged operaMon.
Operation, June 9, 1921 : Thorough exploration of the abdomen revealed no abnormality except a greatly dilated and moderately hypertrophied stomach and a greatly thickened and widened pyloric ring over which the stomach was cedematous. This cedema extended for about 2 in. into the pyloric antrum.
I could feel no ulcer in the duodenum, stomach or pylorus. I was able to pass my index finger through the pylorus quite easily, after invaginating the anterior wall of the stomach. The second part of the duodenum was adherent to the liver and the adhesions tended to obstruct it. I mobilized the duodenum, separated the adhesions and per-formed Finney's operation, enlarging the pylorus to 3 in. in diameter. The pyloric muscle was * in. thick and over i in. wide.
The mucous membrane showed a marked fold on the lower margin of the ring. Catgut was used throughout the operation.
It is now five months since the operation. The patient has not vomited since and has put on flesh to an amazing extent. He is entirely free from pain and thoroughly enjoys his food. This is a typical instance of partial stenosis due to spasm and hypertrophy of the pyloric sphincter. The condition was described many years ago by Mr. Ernest Maylard and others. Mr. Maylard has operated in about thirtyfive instances: I have operated in about a dozen.
In many cases, as in this one, there is a marked infolding and thickening, of the submucous tissue at the pylorus, partly obstructing the channel, but there is no sign of active or healed ulceration. The diagnosis is difficult, for the patient is usually quite well and the stomach normal in the interval between the attacks, which, however, become more frequent and ultimately dilatation of the stomach replaces moderate compensatory hypertrophy. Then, or during the attack, an X-ray examination reveals dilatation and delay, but no sign of ulceration. The clinical history is characteristic, the patient being well while at rest and under observation in hospital, and the attacks coming on after undue exertion or fatigue.
I suggest that some form of gastro-duodenostomy is the ideal treatment of this condition, for, unlike gastro-jejunostomy, this operation carries no risk of vicious circle or jejunal ulceration, and it does not materially change the normal anatomy and physiology of the stomach. I have generally adopted Finney's method of gastro-duodenostomy, at which the pyloric sphincter is divided and the pyloric opening greatly enlarged. My results have been uniformly satisfactory.
It has been suggested that this condition is a congenital abnormalitya persistence into adult life of a congenital hypertrophic stenosis-which is at first of such a moderate degree as to be compensated by hypertrophy of the stomach muscle; later this balance is upset and the stomach gradually fails and dilates.
Would Ramstedt's operation, which has been so successful in infants, be suitable for this analogous condition in adults ? I think not, for the fibrous changes in the pylorus-especially in advanced cases-call for the more radical operation. MRS. H., married, aged 44, came to the Royal Waterloo Hospital last October complaining of increasing general weakness. She was found to be distinctly fat, but the face, hands and feet appeared practically normal in size. Weight 15 st. 11 lb., and height about the average. Patient was quite thin until the age of 22: since then she has become gradually stouter. The only disease of childhood was measles. Three years ago an operation for strangu-
